Objective: The complex relationship between psychosocial stress over the lifetime, psychological factors, and cardiometabolic risk is still poorly understood. Accordingly, our aims were (1) to independently assess the associations between childhood adversity, life-event stress in remote (earlier than the last 5 years), and recent adulthood and cardiometabolic risk, and (2) to determine the role of psychological factors including personality, coping, and depression in these associations. Methods: The sample included 2674 adults, aged 35 to 66 years, randomly selected from urban area. Participants underwent a physical examination including the assessment of obesity markers, blood pressure, and blood lipid and glucose levels. Stress during adulthood was determined using the severity scores of 52 stressful life events. Information on adverse childhood experiences and major depressive disorders was collected using semistructured interviews, whereas personality traits and coping mechanisms were evaluated through questionnaires. Conclusions: Our data demonstrate that psychosocial stress during childhood and remote adulthood favor adiposity and abnormal lipid metabolism.
INTRODUCTION E
pidemiological and clinical evidence has revealed that both cardiovascular diseases (CVDs) and their risk factors are associated with psychosocial stress (1) (2) (3) (4) . Cardiometabolic abnormalities such as an increase in body weight, especially high fat distribution in the central region, have been linked with chronic stress (5-8) Likewise, high levels of blood glucose and blood lipids have been found to be associated with life stress (4, 9, 10) . Although findings vary, psychosocial stress has also been associated with high blood pressure (11) . Research is also increasingly recognizing the role of stress during childhood as a risk factor for cardiometabolic abnormality in adulthood (12) (13) (14) (15) (16) . Indeed, adverse childhood experiences such as stressful life events, maladaptive family environments, sexual abuse, and physical abuse have been shown to be associated with cardiometabolic risk factors such as increased body weight (17) and diabetes (18, 19) . Stress during childhood has also been shown to affect overall cardiometabolic functioning later on in life (20, 21) .
Despite the growing body of evidence in this domain, exposure to psychosocial stressors over the entire life and the risk of cardiometabolic abnormality is only partially elucidated. One major limitation is that researchers often examine stress exposure within limited periods of time, whereas stressors are ubiquitous and span over lifetime. Besides, the effect of stress during childhood and adulthood on the risk of adult cardiometabolic abnormality has been studied separately most of the time, which has impeded drawing conclusions regarding the independent effect stress within these distinct periods. In line with the stress sensitization hypothesis (22, 23) , previous stress may amplify the risk of cardiometabolic abnormality in case of new exposure to life events. Life course epidemiology also depicts physical and/or social exposures at different periods in life have biological, behavioral, and psychosocial pathways with lasting effects on body systems and implications for disease (24, 25) . Indeed, personality traits and coping mechanisms have been shown to act as risk and resilience factors for the effect of stress (26) (27) (28) (29) (30) . Studies have also revealed associations between psychosocial stress and major depressive disorder (MDD) (31) and between MDD and CVDs (32) . Recent research suggests that the association between MDD and cardiometabolic risk factors is entirely attributable to the atypical depression subtype (characterized by increased appetite, increased sleep, and leaden paralysis) (33) (34) (35) (36) . However, the interplay between psychosocial stress and psychological factors on the risk cardiometabolic abnormality has hardly been studied. Accordingly, to better understand the link between lifetime psychosocial stress and cardiometabolic risk, (1) we independently assessed the associations between childhood adversity, life-event stress in remote and recent adulthood, and cardiometabolic risk indicators including obesity markers, blood glucose and lipid levels, blood pressure, and a composite cardiometabolic risk score in a population-based sample; (2) we tested whether exposure to childhood adversity and adulthood life-event stress interact to affect the cardiometabolic risk measures; (3) we determined whether psychological factors such as personality traits, coping styles, and MDD subtypes accounted for the associations between psychosocial stress and the cardiometabolic risk measures or modified their effects.
METHODS

Study Sample and Design
Data for the present study came from the ongoing population-based prospective cohort study CoLaus|PsyCoLaus, which was designed to study cardiovascular risk factors and mental disorders in the community (37, 38) . A total of 6733 randomly selected individuals, based on the civil registry, aged between 35 and 75 years, were recruited between June 2003 and May 2006 in the city of Lausanne (Switzerland). Sixty-seven percent of the 35-to 66-yearold participants who underwent the physical examination (n = 5535) also accepted the psychiatric evaluation (n = 3719), which took place from January 2004 to May 2009. For the present analyses, 2674 participants with complete information on psychosocial stress and cardiometabolic risk indicators as well as on personality traits, coping strategies, and MDD could be included (Fig. 1) . Participants who could not be included were more likely to be men, to be nonwhite, to have a lower educational level, and to be physically inactive. The institutional ethics committee of the University of Lausanne approved the CoLaus |PsyCoLaus study. All participants signed a written informed consent after having received a detailed description of the study.
Assessment
Cardiometabolic Measurements
The physical evaluation included anthropometric measurements and the collection of blood and urine samples (37) . Body weight and height were measured, and the body mass index (BMI) was calculated. Waist circumference was measured at the narrowest point between the lowest rib and the iliac crest. Body fat mass was assessed using bioelectrical impedance analysis. Blood pressure was measured three times on the left arm with 10-minute intervals; the average of the last two measures was then used. Venous blood samples (50 ml) were drawn after an overnight fast and clinical chemistry assay was performed within 2 hours of blood collection. High density lipoprotein (HDL) was assessed by cholesterol oxidasephenol-aminophenazone + polyethylene glycol + cyclodextrin with a maximum interassay CV of 3.6% and a maximum intra-assay CV of 0.9%. Triglycerides were assessed by glucose oxidase-phenol-aminophenazone with a maximum interassay CV of 2.9% and a maximum intra-assay CV of 1.5%. Apolipoprotein B quantification was performed by turbidimetry with a maximum interassay CV of 8.7% and a maximum intra-assay CV of 7.6%. Glucose was assessed by glucose dehydrogenase with a maximum interassay CVof 2.1% and a maximum intra-assay CVof 1.0%. A continuous cumulative cardiometabolic risk score was also created on the basis of the cardiometabolic risk indicators including, BMI, waist circumference, body fat mass, levels of triglycerides, HDL (inversed levels), apolipoprotein B, as well as glucose and systolic blood pressure (SBP). The continuous cardiometabolic risk score was the sum of the sex-specific standardized z-scores of the indicators where the participant had valid measurements in all indicators (39) . As most of the indicators had skewed distributions (see Supplementary A, Supplemental Digital Content, http://links.lww.com/PSYMED/A496), appropriate power transformations were applied before calculating the scores (see Supplementary B, Supplemental Digital Content, http://links.lww.com/ PSYMED/A496). The suitability of aggregating indicators in a composite measure was tested using confirmatory factor analysis (see Supplementary C, Supplemental Digital Content, http://links.lww.com/PSYMED/A496) which revealed an acceptable fit for a common factor solution (e.g., root mean square error of approximation = 0.03, comparative fit index = 0.98, normed fit index = 0.97).
Psychosocial Stress
Information about early-life adversity was elicited using questions on childhood events from the Schedule for Affective Disorders and SchizophreniaLifetime Version (40) . The following stressful experiences until the age of 16 were considered as indicators of adversity: loss of close relatives (parents or siblings), divorce or separation of parents, witnessing of violence between parents, as well as sexual and physical abuse (41) . According to the suggestion of Friedman et al. (14) , exposure to childhood adversity was quantified by the sum of reported events. Stressful life events during adulthood were evaluated using the Amiel-Lebigre's Life Event Questionnaire (42) . The questionnaire comprises a list of 52 events related to the family environment, relationships, health issues, the social environment, work and employment, the legal system, housing, and economic problems (Table 1 ). When participants reported that they had been exposed to a specific adverse event, they were asked to provide the age of the first exposure to this event. If the event had occurred more than once, they also provided the age of the last exposure to this event. In addition, they were asked to rate the negative affective impact of the first and the last occurrences of the event by a score ranging from 0 (no negative impact at all) to 100 (maximal negative impact the participant could imagine). The questionnaire was previously evaluated by its originators in samples of depressed individuals and controls (42) . The cumulative severity score of events of 200 or more for the 2 preceding years was found to indicate the presence of depression (43) . Among depressive women and men, 56% and 74%, respectively, had a score of 200 and more, whereas in controls, the respective proportions for these scores were only 30% and 12%. Given that participants provided us with the timing of each event, we could compute cumulative severity scores for the events reported for the 5 years preceding the interview (recent adult life-event stress) and for the period earlier than the 5 years preceding the interview (remote adult life-event stress). The 5-year cut-off was chosen according to the predictive power of the cumulative severity scores of stressors on the total score of the General Health Questionnaire (44, 45) . By varying the duration of the exposure to stressors from the most recent 1-year period up to a maximum of 10 years, we could establish that the prediction of the General Health Questionnaire score did not further improve in terms of the area under the curve when an exposure period of longer than 5 years was considered. This cut-off was also confirmed using the Akaike Information Criterion within a linear model framework (see Supplementary  Table D , Supplemental Digital Content, http://links.lww.com/PSYMED/ A496). To increase the interpretability, we rescaled the scores to range from 0 to 100. Accordingly, one-unit increase corresponds to a 1% increase of the maximum score in the sample.
Psychological Factors
MDD was assessed using the French version of the semistructured Diagnostic Interview for Genetic Studies (46, 47) , which revealed excellent interrater (κ = 0.93) and adequate 6-week test-retest reliability (κ = 0.62) for MDD, tested in a clinical sample (46) . Interviewers were required to be master-level psychologists, who were trained for 1 to 2 months. The Diagnostic Interview for Genetic Studies information also elicits the criteria for the atypical and melancholic characteristics of major depressive episodes. According to the lifetime history of these episodes, subtypes with MDD were classified into the atypical, melancholic, combined, and unspecified subtypes as suggested by Angst et al. (34, 48, 49) . The personality dimensions of Neuroticism and Extraversion were evaluated using the Eysenck Personality Questionnaire (50) .The originator of this instrument reported Cronbach's α coefficients of 0.78 to 0.87 for neuroticism and 0.72 to 0.82 for extraversion using three different samples in France (51) . Coping strategies were evaluated using the coping section of the problem resolution strategy questionnaire (52) . According to principal component analysis, factors emotion-focused coping, help-seeking behaviors, and problem-focused coping were identified. Using the CoLaus|PsyCoLaus baseline sample, we established standardized Cronbach's α coefficients for these dimensions of 0.65, 0.69, and 0.44, respectively (53) . As emotionfocused coping was highly correlated with neuroticism (r = 0.63, p < .0001), we could not include it in our analyses. 
Sociodemographics, Lifestyle Factors, and Other Covariates
Data on sociodemographic characteristics (sex, age, education, and income), health-related lifestyle factors (alcohol consumption, smoking status, and physical inactivity), cardiometabolic abnormalities in first-degree relatives (diabetes, hypertension, or hypercholesterolemia), and the use of physicianprescribed medication (antidiabetic, antihypertensive, lipid-lowering, and other weight-increasing medications) were collected through a standardized interview. Education was categorized into the following five levels: (1) compulsory school (maximum 10 school years); (2) apprenticeship; (3) upper secondary education (maximum 13 school years); (4) higher education except for university; and (5) university. Yearly income was assessed in Swiss Francs in the following six categories: (1) <30,000; (2) 30,000 to 49,000; (3) 50,000 to 69,000; (4) 70,000 to 89,000; (5) 90,000 to 110,000; and (6) greater than 110,000. Alcohol consumption was determined through the type and number of alcoholic beverage units consumed on a weekly basis (54). Self-reported tobacco consumption was used to determine smoking status. Participants were classified as nonsmokers if they had never regularly smoked, as former smokers if they had a history of smoking in past but had stopped smoking and as current smokers if they reported a current regular consumption. Participants were considered to be physically active if they reported to perform physical activity for at least 20 minutes twice a week.
Statistical Analysis
First, marginal associations between childhood adversity, adulthood remote and recent stress, and cardiometabolic variables (BMI, waist circumference, body fat mass, triglycerides, HDL, apolipoprotein B, fasting blood glucose, SBP, and the cumulative cardiometabolic risk score) were established using robust linear regression models (M-estimation). Then, the conditional effects of childhood adversity and both remote and recent adulthood stress on these cardiometabolic indicators were assessed within models with adjustment for sociodemographic characteristics, family history of cardiometabolic risk, lifestyle factors, and the use of medication (Model 1); we also tested whether the effects of childhood and adulthood stress interacted regarding the cardiometabolic risk indicators. In the next series of models, psychological factors including personality traits, coping style, and MDD subtypes were entered (Model 2). Potential effect modification by psychological factors was tested by adding interaction terms of these psychological factors and childhood adversity or adulthood stress to the models. The percentage of change in the effects of stress variables after including a group of potential confounding variables or potential mediators in the model was calculated using the formula: Δ ¼ β Model with adjustments − β Reference model β Model with adjustments Â 100%. In all analyses, observations were weighted by their inverse probability of being in the sample. This inverse probability was derived from a model that included sociodemographic (age, sex, educational level, income level, RESULTS Table 2 provides the description of the sample. Nearly half of the participants in our sample were overweight (BMI ≥ 25). The median score for the cumulative cardiometabolic risk was −0.29 ranging from −16.3 to 23.5, where 620 participants had a score above 3, representing the upper risk quartile. Nearly a third of the participants (31.2%) reported at least one adverse event during childhood. Among them, a quarter was exposed to two or more events. The most frequently reported event was witnessing of violence between parents (13.8%), followed by divorce or separation of parents (12.9%), death of a parent (8.0%), death of a sibling (2.5%), sexual abuse (2.4%), and physical abuse (0.8%). Half of the sample had also experienced up to 11 life events in their adulthood; only 3% reported not having experienced any event. Most of the reported events were described to have happened between the ages of 25 and 45 years. As many as 42.8% met lifetime criteria for MDD, of which half of them met criteria for the unspecified subtype.
Results of the multiple covariate regression models did not provide evidence for interactions between childhood adversity and remote or recent adulthood and between remote and recent adult stress regarding the cardiometabolic risk outcomes. Similarly, there were no significant interactions between psychological factors and childhood adversity or adulthood stress. However, these models revealed that participants exposed to childhood adversity had significantly increased BMI, waist circumference, and body fat (Table 3 , model 1) as well as increased SBP levels ( Table 4 , Model 1) and cumulative cardiometabolic risk score (Table 5 , Model 1). These associations also remained significant after adjustment for psychological variables, which hardly diminished the established effect sizes. The association between childhood adversity and decreased levels of HDL only reached statistical significance after adjustment for the psychological variables (Table 4 , Model 2). Regarding adulthood stress, remote life-event stress was positively associated with BMI, waist circumference (Table 3 , Model 1), apolipoprotein B level (Table 4 , Model 1), and the cumulative cardiometabolic risk score (Table 5 , Model 1). The adjustment for psychological factors had a very limited effect on the measured effect sizes for these associations. In contrast, recent adulthood stress was associated with lower waist circumference, lower apolipoprotein B level, and lower systolic blood pressure with and without adjustment for psychological characteristics (Table 4) .
DISCUSSION
Using a population-based study, which relied on thorough physical and psychiatric evaluations, the key findings of the present analyses were the following: (1) childhood adversity and adult lifeevent stress were independently associated with increased levels of obesity markers, abnormal blood lipids, and a higher cumulative cardiometabolic risk score; (2) only life-event stress in remote but not in recent adulthood was associated with elevated levels of these outcomes; and (3) personality traits, coping strategies, or MDD subtypes did not account for the associations between stress and cardiometabolic risk and these psychological factors were not modifiers of these associations.
Stress During Childhood and Cardiometabolic Risk
Exposure to one more adverse childhood event was significantly associated with elevated BMI, waist circumference, fat mass, SBP, cardiometabolic risk score, and low HDL levels after adjustment for sociodemographic, lifestyle, and psychological factors, which is particularly remarkable given the advanced age of our sample. Our findings are in line with growing evidence showing associations between stress during early life and the risk of cardiometabolic abnormality (14, 21) . A review by Danese and Tan (17), for example, has summarized findings on childhood maltreatment and obesity and concluded that childhood adversity is a potential risk factor for abnormal weight. A study by Lee et al. (55) has shown that individuals with a history of abuse during childhood (emotional, physical, and sexual) have a greater risk of developing the metabolic syndrome. Similarly, Winning et al. (21) found that psychological distress in childhood was associated with a higher cardiometabolic risk later on in life. A 20-year follow-up study has also revealed that participants who were exposed to multiple adverse childhood experiences had greater increase of SBP levels in young adulthood (56) . In addition to these studies, we could show that the association between childhood adversity and cardiometabolic risk was independent of later life stress, personality traits, coping mechanisms, and the occurrence of a MDD.
It has often been hypothesized that stress during childhood affects cardiometabolic functioning indirectly by precipitating health-related behaviors such as sedentary lifestyle, poor diet, smoking, and heavy alcohol use that may persist all through adulthood (16, 57) . As far as lifestyle factors were assessed in our study, our results did not support their mediating role. However, lifestyle factors can change over the lifespan and earlier lifestyle factors may have been more relevant as mediators of the effect of adverse childhood events on cardiometabolic outcome variables than the lifestyle factors that we assessed at an already more advanced age. Moreover, we were lacking data on diet and only had information on regular physical exercise at the time of the interview rather than on overall physical activity. Nevertheless, the fact that childhood adversity remained significantly associated with cardiometabolic variables after accounting for such healthrelated lifestyle suggests other pathways that could be related to the biological system (58). Childhood is a sensitive period where exposures can have adverse effects on structures and functioning of the body system (59) . Continuous exposure to stressors during this period may affect the biological stress response and/or produce epigenetic changes (58) , which could lead to cardiometabolic abnormalities later on in life. These stress-related biological processes and their links to the subsequent cardiometabolic risk need to be elucidated in future research.
Stress During Adulthood and Cardiometabolic Risk
Regarding stress during adulthood, we found remote rather than recent life-event stress to be a risk factor for elevated levels of cardiometabolic risk indicators. The differential effect of stress in function of the 5-year dichotomy is likely to be explained by the duration/exposure window. Indeed, there may be an interval of several years between the occurrence of stress and the manifestation of significant weight increase or before developing other cardiometabolic risk factors. According to our data, the short-term effect of stress may be rather the converse. Indeed, increased stress during the 5 years before the assessment was associated with decreasing waist circumference, apolipoprotein B levels, and SBP. The observed decrease in waist circumference suggests that the negative associations between stress and apolipoprotein B concentrations and SBP could be attributable to decreased appetite and subsequent weight loss in stressful periods (60, 61) . Our finding of negative associations between recent stress and three cardiometabolic outcome variables are in line with a Swedish study that also found negative correlations between the number of negative life events experienced during the year preceding the assessment and waist circumference, blood pressure, and lipid levels in white-collar workers (62) . In contrast to the results of this Swedish study and ours, reviews and meta-analyses have rather revealed a tendency for positive associations between stress and obesity markers (4), dyslipidemia, and hypertension (4, 11) . However, studies included in the review and the meta-analysis that predominantly focused on chronic stressors hardly distinguished between recent and remote life stress.
In contrast to recent stress, we found a positive association between remote stress and increased BMI and waist circumference, whereas the associations for the fat mass did not reach the threshold of statistical significance. Our finding of an association between stress and adiposity markers is consistent with those of several previous studies (4) (5) (6) . Interestingly, we also found a positive association between remote life-event stress and apolipoprotein B blood concentrations, an indicator of the number of circulating atherogenic lipid particles in the blood. No study has previously assessed the association between psychosocial stress and apolipoprotein B, although recent research suggested that higher apolipoprotein B levels could be the most important predictor of cardiovascular events (63) (64) (65) . Accordingly, our finding of a positive association between life-event stress and apolipoprotein B concentrations provides additional evidence for a potential pathway from stress to cardiovascular outcomes, which could be via abnormal lipid metabolism. We also found a significant association between remote life-event stress and the aggregated cardiometabolic risk measure. This finding highlights the considerable effect of life events in the b The sum of sex-specific standardized z-scores of BMI, waist circumference, body fat mass, triglycerides, HDL, apolipoprotein B, fasting blood glucose, and systolic blood pressure. c Cumulative severity scores of life events.
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overall cardiometabolic functioning, which, in consequence, may culminate in cardiovascular and metabolic disease. The significant associations with the cumulative risk measure and the other cardiometabolic risk indicators were all independent of sociodemographic, lifestyle factors, and psychological factors. However, the relationship between stress, the socioeconomic factors income and education, and cardiometabolic risk is complex, and there is overlap, particularly between events related to unemployment or economic problems and income. Accordingly, adjustment for socioeconomic variables is likely to provide a conservative estimate of the effect of stress (66) .
Lifetime Psychosocial Stress and Cardiometabolic Risk
According to the stress sensitization hypothesis, early-life stress increases responsiveness to subsequent stressors by imposing biological alterations (23, 24) , whereas other hypotheses posit that stress in early life and later periods has a cumulative effect on cardiovascular risk (16, 67) . Our observation of independent effects of childhood adversity and adulthood stress on cardiometabolic risk indicators, together with the absence of an interaction between childhood and adulthood stress regarding the cardiometabolic outcomes, provides support for additive effects of life stressors rather than for the stress sensitization hypothesis. Moreover, our data revealed that personality traits, coping style, and MDD subtypes did not change the magnitude of the established associations between stress and cardiometabolic risk outcomes, suggesting that these psychological characteristics are hardly mediators of the observed life course associations. The lifetime prevalence of more than 40% for MDD was high in our sample. As discussed in a recent article (68) , this high prevalence was likely to be attributable to our recruitment in an urban area and the use of a semistructured diagnostic interview conducted by trained psychologist rather than a fully structured interview conducted by lay interviewers. In addition, our semistructured interview used a low threshold in the screening questions to enter the depression section to also assess disorders below the diagnostic threshold of MDD. However, considering that we found significant associations between MDD subtypes and cardiometabolic variables in our analyses, the absence of an effect of MDD subtypes on the associations between life-event stress and cardiometabolic variables is hardly attributable to the high prevalence of MDD. Hence, the absence of an effect of MDD subtypes on these associations is rather explained by the absence of an association between life-event stress and the atypical subtype (36) , whereas this subtype has repetitively been shown to be associated with cardiovascular risk factors (33) (34) (35) (36) . Conversely, the unspecified MDD subtype is likely to be strongly associated with life-event stress (36), but not with cardiovascular risk (34, 35, 49) .
STRENGTH AND LIMITATIONS
The strengths of our analyses were the assessment of stressful events over lifetime as well as the personal evaluation of the stressfulness of adult life events. Indeed, the bulk of previous studies have used the number of stressful events as a proxy measure of stress exposure. However, this approach does not take into account interindividual differences in the perception of the stressfulness of events. We also analyzed our data using the number of events as a measure of the exposure to adulthood stress rather than the scores that included perceived stressfulness. The results of these analyses (see Supplementary E, Supplemental Digital Content, http://links. lww.com/PSYMED/A496) generally revealed slightly lower associations with cardiometabolic outcome variables, which provide additional support to the use severity score. Indeed, adult life events were no longer associated with obesity markers and the cumulative cardiometabolic risk score. However, the associations with adipolipoprotein B and systolic blood pressure remained significant and significant associations appeared with the HDL. Our analyses also relied on a large population-based sample that was thoroughly evaluated with respect to cardiovascular risk factors, psychiatric disorders, and other psychological characteristics, which allowed us to evaluate the effect of life-event stress on cardiometabolic variables accounting for psychological factors. However, the results of the study must also be viewed in the light of several limitations. First, data were assessed retrospectively and the recall of stressful events that partially occurred several decades before the assessment is likely to be incomplete and could have been biased by the participant's current state. Nonetheless, according to the recently published results of the population-based Dunedin cohort study, there is moderate agreement between retrospective and prospective measures of adverse childhood experiences, and both measures reveal associations with physical, mental, cognitive, and social health at midlife (69) . Second, given the cross-sectional nature of data collection, it was not possible to determine the temporal sequence between life events and the onset of cardiometabolic abnormalities. Third, we had no data on diet and only self-reported information on regular physical exercise at the time of the interview rather than on overall physical activity, although both diet and physical activity could be potential mediators of the association between stress and cardiometabolic risk. Fourth, we had no data on the functioning of the hypothalamic-pituitary-adrenal axis and catecholamine. Indeed, chronic activation of the hypothalamic-pituitary-adrenal axis, triggered by repeated or continued exposure to stressful experiences for an extended period, could lead to a cascade of changes in the biological set-points that finally result in cardiometabolic changes (70) . Fifth, data were collected in an urban sample in Switzerland, which may limit the generalizability of the findings.
CONCLUSIONS
Our findings provide additional insight into the complex relationship between life course psychosocial stress and cardiometabolic risk by showing that psychosocial stress in childhood as well as during adulthood is independently associated with adiposity and abnormal lipid profiles. The role of psychological factors in these associations seems to be trivial. Furthermore, stress encountered during these distinct periods may add up to affect overall cardiometabolic functioning, suggesting that individuals exposed to childhood adversity and high levels of stress during adulthood could particularly benefit from early screening of cardiovascular Model 2: model 1 with psychological factors (personality traits, coping strategies, and major depressive disorder subtypes).
Betas associated with recent and remote stress are a 1% increase in the range of that variable.
Betas associated with neuroticism, extraversion, problem-focused coping, and help-seeking coping are 1 SD increase for that variable.
* p < .05. ** p < .01. *** p < .001. Δ ¼ β Model with adjustments − β Reference model β Model with adjustments Â 100% † The sum of gender specific standardized z-scores of body mass index, waist circumference, body fat mass, triglycerides, high density lipoprotein (inversed levels), apolipoprotein B, fasting blood glucose and systolic blood pressure.
